Notes: 


Rheumatology 


1. Rheumatic Fever 


a. 


Fever 


b. Throat Infection 
c._ Joint pain 


d 


2. Rheum 
a. 


b. 


C. 


. Jones Criteria: evidence of recent streptococcal infection, plus two major OR two minor 


and one major criteria. 
i. Evidence of recent streptococcal infection: 
1. Positive throat culture 
2. Rapid strep Ag + 
3. Elevated/rising strep antibody titre (ASO, DNAse) 
4. Recent scarlet fever 
ii, MAJOR CRITERIA 
1. Carditis — infection and inflammation of any of the layers of the heart; 
tachycardia; murmurs (valvular); pericardial rubs (non-valvular) 
2. Arthritis — Migratory polyarthritis 
3. Subcutaneous nodules 
4. Erythema marginatum 
5. Sydenham’s Chorea 
iii. [MINOR CRITERIA 
1. Fever 
2. Raised ESR or CRP 
3. Arthralgia 
4. Prolonged PR interval — needs Carditis as the major criteria 
5. Previous rheumatic fever 


atoid Arthritis: 
RA is a symmetric inflammatory polyarthritis that primarily involves the small 
joints of the hands and feet. 
Characteristic findings include: 
i. morning stiffness lasting >1 hour 
ii. seven classic sites of symmetric joint pain (PIP, MCP, wrist, elbow, knee, 
ankle, and MTP joints) 
iii. synovitis characterized by soft-tissue swelling or effusion 
iv. subcutaneous nodules over bony prominences or extensor surfaces 


Laboratory findings include: 
i. positive rheumatoid factor (sensitivity 80%; specificity 87%) 


ii. 
iii. 
İv. 


elevated ESR or CRP level 
normocytic anemia 
positive anti-CCP antibody assay (sensitivity 76%; specificity 96%) 


d. Investigations: 


zamo 


X-rays aid in the diagnosis and follow-up of therapy. In addition to 
erosions, an x-ray can reveal periarticular osteopenia and symmetric 
joint-space narrowing. 

Ultrasonography is more sensitive than x-ray for identification of synovitis 
and erosions. 

Do a TB Screen 

MRI lacks specificity for RA. However, MRI is useful to detect cervical 
spine subluxation or myelopathy. 


Lifestyle Changes: Stop smoking 
NSAID’s 

Methotrexate and initial DMARDS 
Hydroxychloroquine 


i. TNF Inhibitors 


3. Osteoarthritis: 
a. Risk Factors: 


Age is important in primary OA in women and men. 

Genetics, 

Obesity 

Trauma-induced mechanical joint instability. OA most often affects the 
lower cervical and lumbar spine; hips; knees; 

DIP, PIP, and first carpometacarpal joints. 


b. Characteristic findings include: 


vii. 


Morning joint stiffness lasting <30 minutes 

Gelling (brief stiffness after inactivity) 

Crepitus 

Tenderness along the joint line 

Reduced joint motion 

Parotid Gland Enlargement: Bilateral parotid gland enlargement in a 
patient with Sjögren syndrome. 

Bony enlargement (including Heberden and Bouchard nodes) 
involvement of the first carpometacarpal joint results in “squaring” at the 
base of the thumb 


c. Two important variants are erosive OA of the hand and DISH. 


Erosive inflammatory OA is characterized by pain and palpable swelling of 
the soft tissue in the PIP and DIP joints. 

DISH (Diffuse Idiopathic Skeletal Hyperostosis) asymptomatic form of OA 
that causes significant radiographic changes similar to those associated 
with degenerative spondylosis or ankylosing spondylitis. 


d. Investigation: 


X-rays (Gold Standard for HIP & KNEE) show joint-space narrowing, 
subchondral sclerosis, and osteophytes. 

Synovial fluid is usually noninflammatory, with a leukocyte count 
<2000/UL. 

Ultrasonography is useful in the diagnosis of a Baker cyst. 


e. Diagnosis: 


vi. 


Central erosions and collapse of the subchondral bone in the 
interphalangeal joints of the hands on plain 

X-ray. In contrast to RA, erosive OA is common in the DIP joints, does not 
typically affect the wrists or elbows 

Not associated with rheumatoid factor, anti-CCP antibodies, or an 
elevated ESR or CRP level. 

Neither disk-space narrowing nor syndesmophytes are visible in this 
setting, as they are in lumbar spondylosis or ankylosing spondylitis, 
respectively. 

Secondary OA results from previous joint injury or metabolic diseases 
such as hemochromatosis. Consider metabolic causes when OA develops 
in atypical joints (e.g., MCP joints, shoulder, wrist). 

Be alert for an acutely painful calf mimicking a DVT, which represents a 
ruptured Baker cyst (herniation of fluid-filled synovium of the posterior 
knee) or ruptured gastrocnemius muscle. 


f. Treatment: 


Acetaminophen 

Nsaid’s 

Tramadol 
Glucocorticoids 
Strengthening Exercises 


a. Gout is caused by the inflammatory reaction to monosodium urate crystal 
deposition in synovial tissue, bursae, and tendon sheaths. Gout is often 
precipitated by use of diuretics. Gout progresses through three stages: 

i. Acute intermittent gout 
ii. Intercritical gout, the time between attacks of acute gout 
iii. Chronic recurrent and tophaceous gout, which is characterized by 
persistent synovitis and possible formation of tophi. 


b. Investigations: 
i. X-rays show bone erosions with overhanging edges. 
ii. The synovial fluid leukocyte count ranges from 2000 to 75,000/uL. 
iii. Monosodium urate crystals may be visible on joint aspiration when an 
acute flare is not occurring. 
iv. Gram stain 
v. Cultures must be obtained to exclude infection. 


c. Treatment: 
i. NSAID’s 
ii. Steroids 
iii. Colchicine 


5. Psoriasis: 
a. Characteristics: 
i. Thick silvery scale on a well-demarcated red patch 
ii. Nail pitting in a patient with joint pain and stiffness. 
iii. Skin involvement 
iv. Joint inflammation 
v. Common patterns of joint involvement are: 
1. Asymmetric, lower extremity oligoarthritis (resembling reactive 
arthritis) 
2. Symmetric polyarthritis (resembling RA) involving the DIP, PIP, 
and/or MCP joints 
3. A sausage-shaped finger or toe (dactylitis) may be found and the 
DIP joints are often involved 


b. Treatment: 
i. NSAIDs as initial therapy 


ii. Methotrexate for peripheral joint disease and enthesitis not responding 
to NSAID; 


iii. TNF-a inhibitor is indicated for methotrexate-resistant peripheral disease 
and is beneficial for skin disease. 

iv. Combination methotrexate and TNF-a inhibitor therapy is often more 
effective than either therapy alone. 


6. Collagen Vascular Disease: 


a. Systemic Lupus Erythematosus: 
i. SLE is a chronic multisystem autoimmune disease with immune complex 
deposition of unknown cause. 
ii. Characteristic clinical features and laboratory studies. 


1. Diagnose SLE when any four of the following are present: 

2. Positive ANA 

3. Malar (“butterfly”) rash that spares the nasolabial folds and areas 
beneath the nose and lower lip 

4. Discoid rash characterized by erythematous, raised patches with 
keratotic scaling and follicular plugging 

5. Photosensitivity 

6. Oral ulcers 

7. Arthritis (joint pain is frequently the presenting symptom) 

8. Serositis (pleural, pericardial, abdominal) 

9. Kidney disorder (new-onset hypertension, proteinuria with or without 
hematuria) 

10. Neurologic disorder (peripheral neuropathy, mononeuritis multiplex, 
cranial neuritis, transverse myelitis, aseptic meningitis, stroke, 
encephalitis, psychosis, seizures) 

11. Hematologic disorder (autoimmune hemolytic anemia, leukopenia, 
lymphopenia, thrombocytopenia) 

12. Immunologic disorder (APLA syndrome [venous and arterial thrombosis, 
recurrent fetal loss]) 

iii. Treatment: 

1. reduce atherosclerosis risk factors in all patients 

2. Prescribe vitamin D and calcium supplements for all patients and 
bisphosphonates for those with osteoporosis and osteopenia 

3. NSAIDs and hydroxychloroquine 

4. Photosensitive cutaneous lupus with sun block, topical glucocorticoids, 
and hydroxychloroquine 

5. Hydroxychloroquine should be initiated and continued indefinitely in 
most patients to help prevent flares of SLE even in patients with 
quiescent disease 

6. Prescribe IV cyclophosphamide (or mycophenolate mofetil) and 
high-dose glucocorticoids for proliferative GN 

7. Manage any life-threatening disease such as lupus pneumonitis, 


inflammatory CNS disease, or severe cytopenia with high-dose 


glucocorticoids and (usually) cyclophosphamide or mycophenolate 
mofetil 
8. Use belimumab for patients not responding to conventional therapy 


